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It’s now cheaper to print color figures in KI
Have you been concerned in the past about the cost of print-
ing color figures in Kidney International (KI)? KI has listened 
to your concerns and is now offering permanently reduced 
pricing for color figures—a flat fee of $500 per printed page, 
no matter how many color figures are on a page. This pricing 
is more affordable for authors and competitive with other top 
scientific journals. We want to make it easier for authors to 
publish the color figures that demonstrate important scien-
tific findings, and our new pricing reflects our commitment to 
achieving this goal.
eGFR and cystatin C 
again!
A continuing stream of studies suggests 
that measurement of cystatin C may 
be superior to measurement of serum 
creatinine in estimating the glomerular 
filtration rate (GFR). However, concerns 
that other nonrenal factors might influ-
ence the level of this protein in the circu-
lation may confound its use as surrogate 
for the GFR. As they report in this issue, 
Tangri et al. examined the Modification of 
Diet in Renal Disease study database and 
found 741 patients whose protein intake 
was measured before their randomization 
to diets containing differing amounts of 
protein. With the use of iothal amate clear-
ance, the GFR was measured in all these 
patients, as was the cystatin C and the 
serum creatinine. The authors found that 
when the dietary protein intake was low-
ered, there was a reduction in the serum 
creatinine levels, while cystatin C was 
much less affected. Hence the authors con-
clude that cystatin C outperformed serum 
creatinine. However, creatinine clearance 
was not measured here, so these results 
are applicable only to studies in which 
serum creatinine alone is used to estimate 
the GFR rather than creatinine clearance. 
See page 471.
Role of angiotensin II  
in K channel function
ROMK1 channels mediate K secretion in 
the collecting tubule. Yue et al. found that 
angiotensin II (AngII) inhibited K secre-
tion, and they proceeded to study the 
mechanism. They found that AngII induces 
tyrosine phosphorylation of ROMK1, a 
process that seemed to be secondary to 
phosphorylation of c-Src. WNK4 also 
inhibits the K channel at a site that is dif-
ferent from the tyrosine phosphorylated by 
the AngII–Src axis. SGK, another kinase 
that is under the influence of aldosterone, 
activates ROMK1, but WNK4 antagonizes 
its effect on the channel. AngII restores the 
inhibitory effect of WNK4. Is there a tele-
ological advantage for this unexpectedly 
complex pathway? The authors propose 
that during volume depletion, the high 
aldosterone will tend to cause excess 
K secretion, but that the high AngII might 
blunt this effect, thereby preventing serious 
K depletion. See page 423.
Tubular dysfunction 
in the progression of 
diabetic nephropathy
Patients with type 1 diabetes often develop 
microalbuminuria, which regresses in the 
majority but remains elevated or recurs in 
some patients and progresses to macro-
albuminuria. Early identification of this 
latter group would allow for preventive 
measures to be instituted. Vaidya et al. 
studied more than 600 patients with type 
1 diabetes in a cross-sectional and longi-
tudinal analysis of biomarkers that may 
be useful for prediction of progressive 
proteinuria. They found that patients with 
microalbuminuria excreted high levels of 
chemokines such as interleukin (IL)-6 and 
CXCL10 and proximal tubular injury mark-
ers such as N-acetyl-β-d-glucosaminidase 
(NAG) and kidney injury molecule-1 
(KIM-1). Those patients who had low levels 
of NAG or KIM-1 often had regression of 
the microalbuminuria over the next 2 years. 
Progression and regression of microalbu-
minuria correlated with the urinary levels 
of IL-6, IL-8, MCP-1, and CXCL10. These 
studies suggest that tubular dysfunction as 
judged by excretion of NAG and KIM-1 
may be a critical component of early dia-
betic nephro pathy. See page 464.
